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Eye ( Sir, Comment on central retinal artery and vein collapse pressure in giant cell arteritis vs non-arteritic anterior ischaemic optic neuropathy Jonas and Harder 1 measured the central retinal artery and vein collapse pressure in two groups of patients with anterior ischaemic optic neuropathy (AION). The aim of the study was to evaluate the role of these ophthalmodynamometric measures in differentiating an arteritic from a non-arteritic aetiology.
The giant cell AION group entry criteria need some clarification. Did all patients exhibit the classic symptoms of giant cell arteritis (GCA) as well as elevated inflammatory markers and a positive temporal artery biopsy? When a patient presents with an AION and the classical features of GCA, the diagnosis is not usually challenging.
The issue is whether this change in central retinal artery collapse pressure has the same sensitivity in patients where there are no other clinical features of GCA. In occult GCA, the underlying diagnosis of vasculitis of an AION can be challenging 2 and it is in these circumstances where the clinical value of this ophthalmodynamometric test would be useful. Sir,
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Reply to Dr Aristodemou
The authors would like to thank Dr Aristodemou for his interest in our study. 1 All patients with giant cell arteritis who were included into the study fulfilled the inclusion criteria for acute arteritic anterior ischaemic optic neuropathy, which were a positive temporal artery biopsy showing the typical granulomatous inflammation with giant cells, an erythrocyte sedimentation rate markedly above the age-related normal value, an elevated C-reactive protein level in the serum, clinical symptoms with a sudden and marked loss in vision, headache often persisting for weeks and months, an acute optic disc swelling with an unsharp and prominent optic disc border, few haemorrhages, and often a rather whitish ischaemic appearance of the swollen neuroretinal rim. The authors agree with Dr Aristodemou that when a patient presents with these typical features of arteritic anterior ischaemic optic neuropathy, the diagnosis is usually not very challenging.
Since the study included only patients with acute arteritic anterior ischaemic optic neuropathy exhibiting the typical ophthalmoscopic and laboratory findings, the authors have unfortunately no ophthalmodynamometric data of patients with occult giant cell arteritis, although without doubt, it would clinically be helpful.
2 As suggested by Dr Aristodemou, it may be the subject of a future study. Case report An asymptomatic 12-year-old girl with no relevant ophthalmic, medical, or drug history was referred with a lesion in the retina of the right eye. Best-corrected visual acuities were 6/6 OD, 6/5 OS. Anterior segment examination was unremarkable. There was a cluster of discrete dark red vascular saccules with an overlying grey-white epiretinal membrane in the right nasal retina, consistent with a retinal cavernous haemangioma. Fluorescein angiography demonstrated slow flow through the saccules. Areas of masking within the saccules were due to thrombosis and hyperfluorescent areas within the saccule were due to pooling of fluorescein. Typical fluid levels (see arrow, Figure 1 ) within the saccules were seen where thrombus and fluid were present.
OCT elegantly images the lesion in cross section (Figure 2 ) and may explain why spontaneous vitreous haemorrhage can occur in the absence of a vitreous detachment. An overlying epiretinal membrane is imaged as a continuous hyper-reflective signal attached to the saccules and forming bridges between them (see arrow, Figure 2 ).
Comment
Retinal cavernous haemangioma is a rare vascular malformation, it is often unilateral and may present either as an incidental finding or as a cause of vitreous haemorrhage. There may be associated cutaneous lesions and intracranial vascular malformations.
1 An autosomal dominant inheritance has been reported, but cases are usually sporadic.
2
Histology of cavernous haemangiomas has been reported. 3 The ultrastructurally normal vessel wall maintains the blood retinal barrier, which explains the absence of fluorescein leak. The epiretinal membrane is formed by retinal glial cells, which proliferate on the inner retinal surface after gaining access through breaks in the internal limiting membrane.
Vitreous haemorrhage in retinal cavernous haemangioma is recognised in the absence of trauma and vitreous detachment. Histological studies suggested that these cases of vitreous haemorrhage may be due to epiretinal membrane contraction. The OCT identifies points of attachment to the saccule where a contracting epiretinal membrane could exert traction and cause vitreous haemorrhage. 
